Pulmonary collapse may be produced by blockage of a main bronchus or by occlusion of bronchioles, and although bronchiectasis may be associated with either condition it is probable that the pathogenesis is different. Tannenberg and Pinner (1942) , experimenting with rabbits, found that, when they completely occluded a main bronchus, not only xvas air absorbed from the alveoli supplied by the bronchus, but it was also absorbed from the bronchi distal to the occlusion so that they diminished in calibre as far as the nature of their walls would permit.
however, thev introduced infected material into a main bronchus before occluding it, the bronchial tree distal to the occlusion became distended with infected secretions. They further showed that the bronchiectasis was due merely to the damming back of infected secretions and not to mechanical forces arising as the result of pulmonary collapse, iheir experiments demonstrated the pathogenesis of bronchiectasis when a main bronchus is obstructed by enlarged hilar glands or other factor, but were i\ot designed to discover the pathogenesis of bronchiectasis associated with collapse due to bronchiolar obstruction. Wall and Hoyle (1933) , Findlay (1935) , Andrus (1937) Findlay (1935) reported a case in which dilated bronchi ^ a collapsed lobe reverted to their former calibre when the bronchiolar ?cclusion was relieved and the lobe re-expanded. Lander and Davidson (1938) , experimenting with cats, indicated that bronchiolar occlusion c?ul(t be produced by aspiration of sputum or secretion into the bronchial tree. They introduced viscid material into a main bronchus and found that as air was absorbed from the bronchial tree and alveoli beyond the block, the material was sucked down the bronchial tree and eventuall} lodged in the form of little plugs in the bronchioles. Bronchography showed that the bronchi proximal to these distal plugs were dilated. They also found that the intrapleural pressure in the side of the collapse was much lower than normal, and that when it was brought to the normal level by the introduction of air into the pleural space, the bronchial dilatation almost disappeared. As a result of these experiments it is frequently asserted that the low intrapleural pressure resulting from collapse is responsible for bronchial dilatation. It The excellent article by Andrus (1937) on the stresses following pulmonarj' collapse appears to explain why the stretching force exerted on the collapsed portion of lung is greater than that on the remainder, and it is interesting that this theory led him to predict that the intrapleural pressure might not be unduly low. An outline of his argument can be easily followed by reference to Fig. 1 (Figs. 3 & 4) showed that the dilatation of the left lower lobe bronchi was greatly reduced though still present, and it was concluded that the lung was being relaxed to approximately the optimum extent. The fact that the bronchial dilatation had been markedly reduced appeared to indicate that the bronchi retained their elasticity and that it was worth continuing the treatment. An x-ray on 11th August indicated that the left lower lobe had re-expanded and the A.P. was allowed to absorb. A subsequent bronchogram showed an apparently normal bronchial tree, and there were no symptoms or signs. The patient has been followed up to March, 1950 , and since his dismissal from hospital in September, 1947, he has had three brief episodes of slight productive cough during which periods crepitations could be heard over the left lower lobe. The last of these episodes was in April, 1949 . Bronchography was performed on two occasions since dismissal from hospital (most recent, September, 1949), but revealed no definite bronchiectasis though in one film (Fig. .r>) ^ Peristalsis has been described by Reinberg (1925) The stresses resulting from pulmonary collapse are considered and their relation to the intrapleural pressure discussed.
It is suggested that when only part of a lung is atelectatic these stresses are mainly concentrated in the atelectatic portion, and as the intrapleural pressure is inversely proportional to the elastic tension of the whole lung it does not truly reflect the tension in the atelectatic portion ; consequently in lobar atelectasis the intrapleural pressure ma}7 not be so low as is often supposed. Cases of lobar collapse are reported in which the intrapleural pressure was within normal limits.
The role of artificial pneumothorax in determining the prognosis of atelectatic bronchiectasis is discussed.
